Introduction

Obesity, especially visceral fat accumulation, causes a series of morbid conditions designated as the metabolic syndrome, which decreases life expectancy (1, 2). From the point of view of public health, it is important to accurately identify individuals with metabolic syndrome and start proper intervention for treatment as soon as possible. To that effect, several lines of its diagnostic criteria based on its clinical features have been proposed. In its early stage, the metabolic syndrome was assumed to be closely related to type 2 diabetes, and thus criteria of the WHO Diabetes Group (3) and those of the European Group for the Study of Insulin Resistance (4) were proposed. However, a new trend in the clinical diagnosis of the metabolic syndrome is to emphasize the relationship with risks of cardiovascular events. On the basis of this idea, the criteria of the US National Cholesterol Education Program: Adult Treatment Panel III (NCEPATPIII) were introduced (5). The criteria simply require the presence of any three of five of the following components: central obesity, hypertension, hyperlipidemia, decreased serum level of high density lipoprotein-cholesterol (HDLC), and fasting hyperglycemia for the diagnosis of the
T a b l e 1 . E f f e c t o f E x c e s s i v e E t h a n o l Co n s u mp t i o n o n Va r i o u s F a c t o r s metabolic syndrome. However, since several contradictions arose among these criteria, the International Diabetes Federation (IDF) recently revised NCEPATPIII and announced new criteria designated as "the panel: IDF: metabolic syndrome definition", to coordinate the situation
. Moreover, cut-off values of ethnic-specific waist circumference (7) (8) (9) (11) .
T a b l e 2 . E f f e c t o f E t h a n o l Co n s u mp t i o n o n E a c h Me t a b o l i c S y n d r o me Co mp o n e n t
It must be noted that excessive ethanol consumption also causes hyperlipidemia (12, 13) , diabetes (14) , and hypertension (15) , constituting alcohol-related syndrome. Since ethanol consumption has been implicated in the development of obesity (16, 17) 
Materials and Methods
All studies in this report
T a b l e 3 . E f f e c t o f E t h a n o l Co n s u mp t i o n o n Me t a b o l i c F a c t o r s i n S u b j e c t s wi t h Wa i s t Ci r c u mf e r e n c e s o f 8 5 c m o r Mo
Results
The subjects' profiles are shown in a column of "all" in Table 1 . In this population, the numbers of subjects who satisfied 6 
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of SBP and DBP were 549 (25.8 %) (24) or glycogenolysis (25) . Moreover, a recent study demonstrated that it also inhibits ghrelin secretion, resulting in appetite stimulation (26) . Indeed, associations between excessive ethanol consumption and obesity have been recently documented (16, 17 
